light microscopy of tissue sections stained with hematoxylin and eosin. Four of these same mice were studied for simultaneous viremia, and the amount of coxsackievirus A9 in their hearts at the time was determined. The methods used were standard, and have been described previously (Lerner and Shaka, Proc. Soc. Exptl. Biol. Med. 111:804, 1962) .
Hearts of mice which were killed on day 5, and which had been inoculated with strains 13, 186, 711, and 713, contained 1046, 102.5, 104 , and 103. TCDWo per gram of coxsackievirus A9. Although the sera of the inoculated mice tested were free from virus on the 5th day after infection, 6 of 15, 3 of 3, 3 of 3, and 3 of 3 mouse hearts which had been inoculated with these respective virus strains contained virus. Although virus replication was evident in these hearts 5 days after infection, all of the myocardiums appeared normal under light microscopy.
At 9 days after inoculation, however, strain 711 (the only strain tested) induced a focal myocarditis ( Fig. 1 ). With this same strain, none of 10, 4 of 10, 2 of 10, and none of 10 hearts of mice showed focal myocarditis at 5, 9, 20, and 30 days after infection. These data are similar to results obtained previously with coxsackievirus A9 strain 13.
Another of these strains (186) was passaged 20 times in monkey-kidney tissue culture. At the 3rd and the 20th passages, crude virus suspensions of tissue-culture fluids were inoculated intraperitoneally into 10 mice each. The animals were killed 5 days later, and the hearts were processed for the presence of virus. Of 10 hearts, 8 contained virus at the third passage, but only 1 of them was positive 17 rhesus-kidney passages later.
Of the 15 new strains of coxsackievirus A9, 11 multiplied in the myocardium of adult mice, and, in the one strain tested, a focal myocarditis was seen on the 9th day of infection. It would be 
